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1R HES - 2010CB912603) %8 W 1 H

TE  pISNTR RIEEM AN HEAKHTZAR, Y &Ef N TR TrkA thE1EFE
HAMEE, bR EARARKESN AT ETRE, FRARAT. HTHW
p7SNTR 3 b By AL, A SR 2 B BB R 4 28 BOR A il cDNA U o fif 6 2|
— /N p7SNTR 48 B 1l & B —BFAR. i 3t x{ B 8F e £ 4444, GST pull-down Fu % %
F LI S, JESE T p7SNTR 5 BFAR & B E4R 4B AR B bk, O 2 2 3

KR
p75NTR
BFAR

EEREBEERER
B R BAE A
it oV

R, BT, o, KN FEAS N LR, 44 p7SNTR 1 BFAR
864 3 %] p7SNTR /3 #9 NFkB #o INK 15 53 B 40/ ] #1 52 % 4 I, BFAR 7E PC-12 4
FfLAn HEK293T 40 it = #y 18y 2 34 (3 40 L JE) 391 7 9 G2/ML 31 40 e 4038 fm, S HA a3 B R D,

i GO/G1 HlZm 4k L B & = 7.

2 LK N T (nerve growth factor, NGF) &£
B IR R A 22—, W 5 Ry S 1 0 4 e 5 i
ARG S YERF AN A R GE I IE R AW D) RE. NGF 2%
A 2 2R BRI S R VNG 52 7 TrkA MG
S 1% 4K p7SNTR(p75 neurotrophin receptor). H:H7,
p7SNTR JERAL T 17q12~17q22, ‘B 4wts—Fh 75 kD (¥
[ R pEps Rt e, B 75 Sk, AR, B5JB
X KM DX 4 A g X sk, o g SR X 4 AN s AR
SEIR Cys & SR A A 1, S BCARSS A A7 . R X
2T 3G TR, TR T g, R
fill 5 % B R A A A A Rk, I IRIX TR — B 29 AN
FERR I 7 41l ——chopper &5 M2 N S TG T AE

H AT /5 .

p75NTR b i 28 AR A IR 7~ g J ) A 5 T B X
WOR P R GE N 11 R B S AEFF R 2 22 S8 10 4 R
HELAER. HAT, XT38 8% 0 A8 27 20N AR 2
BUREAS & 435 2, W% 5 10 B 1R AN HE 70K
A BT [ B e 28 R S AR IR P e A 4 2
(172 FACNE S AR RO A H ARk 5 p75NTR AH
HAEHE AR SR PR T R fe R T
(bifunctional apoptosis regulator, BEAR){E N {1 — & 41
M HAEHE A, AL FEHRIE T X p75NTR F1 BFAR
Z A A AR R I B0, DA W5 AH B AE
X5 140 i Dy e m R ) A BE T A R

‘ FICHRDL: Li HM, Shi H L, Huo K K. BFAR interacts with p7SNTR and suppresses the p75SNTR signal transduction. Sci China Life Sci, 2011, 54, in press
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1 MRS 7%

L1 thek

DUAL Membrane System [ & [ IFEREX AT &R
45 N i cDNA SCZE HTX B-galactosidase Assay kit
¥ 1 5 - DUALsystems Biotech 22 &), Bl ¥E A )
fiti Iy |1 NEB /> 7); T4 DNA %58, DNA marker Il [
TaKaRa A7); Pfu M. Taq B, B .45 DNA
(ssDNA)E [ b R ZR e AE Wi R 242wl PCR 774
ARG . DNA R BURICAFIE . Plasmid il it
FIEIE H Axygen EVIHARA R AT, 3-2E-1,2,4- A
M3-AT)IY H Sigma & Aldrich 24 7]; IPTG, Protease
Inhibitor Cocktails 1 PMSF #J4 Amresco 257" i;
Ni-NTA Agrose Zk 74 QIAGEN /AT, Glutathione
Sepharose 4B I [ Pharmacia Biotech /A #].

KR40 M B FH 1Y) DMEM Ry i s 7556 iR 2k
3% 4 Hyclone 23w ;™ ih; JBiflf Trypsin-EDTA, opti-
DMEM Jy GIBCO A /] 7% . %% 441t Lipofectamin™
2000 4 Invitrogen 23 5] = fih; Protein A+G beads. FiPT
Myc. Pt Flag R EHUAIIE H Sigma & Aldrich
2wl P p7SNTR I H G E DA | Abcam 23w,
HRP ZERIE P =Pt Cy3 AP L0 (A5 —
PUT ProteinTech 23 #]; HRP AZIK M b i —Hill
H Rockland 2 #); 4027 KGRI R 48 (SuperSigna
West Femto Maximum Sensitivity Substrate)l | Pierce
23 7); RNA i A T B &R B AW H ARG B A w5 Pl
6 H gL AY) A ) ; Dual luciferase reporter assay
system & Promega /A ] 7= .

FI TR FORL Y pMTI18-T #4404 T TaKaRa 2y
"y LA R IA# Ak pGEX-5X-1 K1 Pharmacia
Biotech, pET-28a ##A>k H Novagen 2 &]; W34
F3K B AK pEF-Flag F1 pCMV-Myc I [ 26 [H Invitrogen
Al pEGFP-C1 #4414 H Clontech 2~ &, Bt H 34k
285k 22w A RSO I A R AT S R D N. FH T4
M1 R WA B 1 ik TOP10 FK A B A% BL21, BL21(DE3),
LB Y40 R HEK293T 40 fubk. HeLa 41 k.
PC-12 4l MUk 38 R A S50 % OR A7 510 B8 A ]
k.

1.2 p75NTR R e

M4 Ensembl F1 GenBank(*& %5 : NM_002507)
I RFRE p7SNTR JER 42K 3417 bp, CDS 4K

1284 bp, 4 427 N HEERR, HLF 6 M, Hrh
B MINE T RESIRTI, KEN 66 NEIER.
B 41 Pk SMMC7721 55 [F 4] DNA i i
B WANE PR, WA R R R 51 4,
PCR B #1532 p75NTR FER A K BL. §736 6 MMk
T E# W R ExonlF: 5-AGAGGCCATTA-
CGGCCATGGGGGCAGGTGCCAC-3', ExonlR: 5'-
GCACTCACCGCTGTGTGTGTACAG-3'; Exon2F: 5'-
CAAGGCCATTACGGCCAAGGAGGCATGCCCCAC-
3', Exon2R: 5-CAGAGAATGTCACACTGTCCAGG-
CAGGGCTC-3"; Exon3F: 5-AGTGTGACATTCTCT-
GACGTGGTGA-3', Exon3R: 5'-CCTCGCACTCGGC-
GTCGG-3'; ExondF: 5-CCGACGCCGAGTGCGAGG-
AGATCCCTGGCCGTTG-3', Exond4R: 5-TGTTCCA-
CCTCTTGAAGGCTATGTAG-3"; Exon5F: 5'-TCGA-
ATTCAAGAGGTGGAACAGCTGCAAGCAGAA-3,
Exon5R: 5-CTTGAGGGCCTGTCCCGAGGCTGTCT-3";
Exon6F: 5'-GGACAGGCCCTCAAGGGTGACG-3',
Exon6R: 5'-AGAGGCCGAGGCGGCCTCACACCGG-
GGATGTGG-3'.

1.3 JBEEEBERNR A E p7SNTR M E5AEH
HH

X F %t = Dualsystems Biotech 72y &) ff] Dual
Membrane System [ I REXU A AE R 48 S N b T
cDNA &, Z % RS Wb e AETF b7, %
p75NTR FEN 5[ 3 pBT3-SUC 4k _EAE K i H”,
SEX; p75SNTR K RIFEAT H ORI L L)y BE 56 ik A i i
AR, i LA B AR I cDNA SCZE.

1.4 GST pull-down 255

FEB LN p75SNTR R Bk 8idk b, ek
ekt BL21 Jf3k15 1k . pGEX-5X-1-p75NTR #%
b FFEREZ 100 pmol/L IPTG 1E 28°C % S459% 2 h,
SR RAA, 2 mL PBS FARAN L, R A AR AN i
file BEFT NN PMSF FIER 1 B 000770, e B 0 S BN
100 uL 20% Triton X-100 #H# 1, ¥K_FCE 30 min,
JHl Glutathione Sepharose 4B Bk 45 & Ul ve 4l fu 34 fig
W EEHR ) GST G RIEE M. MR, BEmERE 2y
AT B AL M IR A= KA @ 3 pET-28a fila B A
RIETRL, ¥ KA E BL21(DE3) I3k 75 1L 1.
100 pumol/L IPTG 7F 22°Cif5 341k 6 h Ja i dE wifh, 2
mL Z# 22 % (50 mmol/L NaH,PO,4, 300 mmol/L
NaCl, 10 mmol/L WK™, pH 8.0) 5 &4l iy, 87 il Bk )
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2221 #3455 BFAR 5 p75NTR [ 85 AR FLAE AW p75NTR 15 55 5

F Ni-NTA Agrose HRfalifb 2w Bigh & E,
200 pL PR ZE (50 mmol/L NaH,PO,, 300 mmol/L
NaCl, 20 mmol/L BKM, pH 8.0)PLi&ERT 3 Ik, HiH
60 uL YE 2% (50 mmol/L NaH,PO,, 300 mmol/L
NaCl, 250 mmol/L "KM, pH 8.0)%%: i 45 £ 4li4k i) His-
S .

¥ 45464 GST-p75NTR @l 8 F11¥) Glutathione
Sepharose 4B & V% {E 500 pL NETN 2% P (100
mmol/L NaCl, 1 mmol/L EDTA, 20 mmol/L Tris-HCI,
0.5% Nonidet P-40, 1 mmol/L PMSF, pH 7.0)/#, hnA
20 pL 4l Ak i 1) His- S5 PRl & 85 1, 4°C 454 4~8 h, 1T
vEH buffer H20 mmol/L HEPES, 50 mmol/L. KCl,
20% HH, 0.1% Nonidet P-40, 0.007% B-3i3k ZF, pH
THVEE 3 K, AEUTHE I I & UK 2
100°CA= ¥ 10 min, LA anti-His B 50 B Prikab4T
Western blot 5.

15 e dyije o

¥ p75NTR #44E %] pEF-Flag RIAH A4 I, ik
K /E pCMV-Myc #4k I, RAIIgB{& Lipofec-
tamin™ 2000 ¥4 PC-12 i, 4 37°C, 5% CO, 157
36~48 h JEWGRANME. H 1A T PBS TEVENGEEAN M 1
K, 9 2L 4N i, 4°C, 12000xg 250 15 min,
WLHL 40 pL 4R ik, N 5xSDS _LREGEM,
100°C7AZE: 10 min. SEHEAT Western blot, F DAK Il #%
B JORLLE T 22 40 i 1R A 1 L.

SRIG, A3 B Al R A 10 L 50%
protein A+G beads &, R GE T 4CHis 1 h ik
TPUTEE. 4°C, 1000xg 250 5 min. WHC E3E W, 0
AN—PLCN 5 BRBEDUIE &R A AN BTA) 2 pe, 4°C
P& 1 h, FIIA 20 uL 50% protein A+G beads &,
RAJGE T 4CHRG LR, FPA K IxPBS VL3 X,
FPIHE AT B YK, H anti-Myc 1 anti-p75NTR #i
1A 3E4T Western blot ¥l

16 HEERNIEN LT

B LA 5E B N pEGFP-C1 #i44h, 5 pEF-
Flag-p75NTR — & F ) JL 4% 44 HeLa 41 ffn, #%3%
24~36 h, FFERTIRW, H 4% T EHHE 2400 1 h,
1% Triton X-100 ifii%E 10 min, 1% BSA ¥4 1 h, 1§
M#PT p7SNTR Pifhsi &k . & 1xPBST JE¥ S
WG, MAFEPR Cy3 B —Pi=HE 4 1 h,
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F Hochest 3342 Je oy AT QL 1, =G [k WV
10 min, #H. 7685 6L R AL BB W2 41 i iy
Eed BN DR VA RN S S SER D =g = N0 DR F
Ko 480 nm, F@hA 400 UG B AR B KA
568 nm.

1.7 5GER T H J PRIASI 240 B 5 -5 3

AL 0.05% W el 1b, 8 24 fLHk, 40
FEZ) K 2x10° AN /mL, T-37°C 5%CO, W77 b, #15
Sl AR 5 TR (pS3-luc, NFxB-luc, CRE-luc, SRE-Iuc,
API-luc)Fl Rellina 2 FOkL5) il 5 H )3 P STRE
T TR LR . T 37°C, 5% CO, BiFR4d
tHE % 48 h, PLB R4 M, WA R s VA Ot
ASCI 52 AR ¢ )l WG M 2 . $4# Promega /A ]
Dual luciferase reporter assay system F- M BEATH#1E,
BRI 5 pl 40 AR FIERES, BESLsEm 25
puL LARII 5 Firefly luciferase 351, TN 25 uL
Stop&Glo i, LA SE Rellina luciferase % 1.
ANFERCTAT R 3 AN AL

1.8 i =4 A ) < 4 i S 1A

0.05% R AL 41 i, PBS YEV: 2 7k, B0 3 [,
I mL 9K T 75% L2, 4°C [ 58 1 4. 500xg 1250
5 min, PBS V¥4 2 YK, I\ 400 uL PBS &40,
BN 4 pL B4k A BE (1 mg/mL)F1 10 uL RNase A(10
mg/mL), 3EF5], il R Y 10 min. 200 H g
Je i, EHL(FACS)f DNA 40 i f& A %A 3 4t
FASEIREL 3 K.

2 iR

2.1 R EEERE IR A8 Ui 8 B o s Bk 435 SR
p75NTR J& T 1 M JE & 1, % A Dual
Membrane System i £ 19 BEXULAT F G0k i 126 HAH
HAEHERA, BTN p7SNTR 1 EE0EFsh et
BLIEAT R o A4 2 e 14 15 4 58 B SR pBT3-SUC-
p75NTR 4653 %5 pOstl-Nubl F1 pPR3-N L&A1 A %
RERBE NMYS51; [A]I#44k pTSU2-APP Fil pNubG-Fe65

A5y 5¥4: A SD-Trp-Leu, SD-Trp-Leu-His, SD-Trp-
Leu-His-Ade 3 FlrAs [m] 75 7% i [ 704 3 5 8% 5% 2 P 4.
gL WK, bait R 54k pPR3-N ILE AN RELE



PEERE EaRE 0110 B41% F 120

SD-Trp-Leu-His, SD-Trp-Leu-His-Ade ikt b &K
(% 1), &W] pT5NTR AMELE HIMISIRE. H4MEDRE
WA kR, KW RA pBT3-SUC-p75NTR Al
pOst1-Nubl JL#4K K SD-Trp-Leu-His, SD-Trp-Leu-His-
Ade JREMR B ARG 1), £H pBT3-SUC-
p75NTR A& 5 BF 471 Nub 4k pOstl-Nubl H 4k JE
B VIRE Iz 35y T eSS 2 X His, Ade. il IdHE
A7 3CIE G e MR, #7310 0 B 4k A A
SD-Trp-Leu-His-Ade+1 mmol/L 3-AT. 2R J5 F 75 1H v
B 5okt pBT3-SUC-p75NTR X Dual system 23 7 ff) A
JieM cDNA SCIEREAT ORI, Ji %k 3.9x10° A3
B K/ SCPEORE, 35 B0 FE LK. ki B A )
v b, KH HTX B-galactosidase assay kit 3117 LacZ
7 R DRI WU b4 07 P28 SR A5 P IS0 P o o 1 R S5 KL
JFI5E DNA 41, il NCBI BLAST 434 Ebxt, HE
bR S AR AR S A gD F 0, S BRI RH I v R, i
A5 5 HE BFAR 75 ) 38 ANt 3L A B P ve e 35
pPR3-N-BFAR Jifif% A\ 175 41 pBT3-SUC-p75NTR [f]
NMY51 [ BE & bR o 34T [B] 5% 56 UF, 45 R R 9
p75NTR 5 BFAR i FI 7/ BF P IR 5 A AEAH BLAE
IS LacZ A5 FEF(E 1).

#1 p75NTR IhEeka
I S R 3 i e

SD-TL SD-3 SD-4

pBT3-SUC-p75NTR/pOst1-Nubl 810 151 64
pBT3-SUC-p75NTR/pPR3-N 809 1 2
PTSU2/pNubG-Fe65(+) 670 400 350
PTSU2/pPR3-N(-) 650 2 0

a) p75SNTR BRI & Dh B4 UESE AL, 3 BUE A % Ifik
FAFTR K e A 4. Hrh SD-TL, SD-3 1 SD-4 4}tk
SD-Trp-Leu, SD-Trp-Leu-His f1 SD-Trp-Leu-His-Ade fi 1% 4k {4

2.2 p75NTR &5 BFAR fe{RAME M A H

h T R BRI REA0 1 A AR BH P DR 3R s e, SR
GST pull-down SZ4 K 1F p7SNTR 5 BFAR 7E K4k 4
PRI E A EAER. ok, by g s Rk i
ki pGEX-5X-1-p7SNTR F pET-28a-BFAR, 4} il
KA BL21 5% BL21(DE3)#k T %k I3k 1540
& 8 A RS, ELifLif ) GST-p75NTR Al
GST K 7H N A5 &M 4i4k His-BFAR & [ 1T {4
GhEES, BRF4UEE G A anti-His HU4AHEAT Western
blot frill. &5l 2 s, 447 GST-p75NTR {77

i AT UK 2] His-BFAR 145717 (B 2, ¥kiE 3 F1 4),
MAXA GST A7 {ERTAL AN 2 His-BFAR 1454 (& 2,
VKiE 2), B p75NTR 5 BFAR 7EAR4N &A= T e 1k
FHHAEH.

2.3 p75NTR & BFAR 7E41 N E 4 BAE
T K p75NTR 5 BFAR & 75 76 41 fu ¥ 45 )
FLSEAEAE A BAE T, 30 b A 3R 0A ORI Ky
pEF-Flag-p75NTR 735l pCMV-Myc-BFAR &{
pCMV-Myc Z¥ ik HFE 9 PC-12 4, AT %% Lt
JESLES. i P 3 PR, 4 pEF-Flag-p75NTR L
pCMV-Myc-BFAR L YL, 45445 BFAR [FER 11T
PUKS Flag-p75NTR i Lyiie ok, MM anti-

164 Oosh 15h

14 m25h M45h

1.2 4
14 —

0.8+

I"1:161 S'M'546

0.6 4

0.4 4

0.24

0
p75NTR/BFAR + -

Bl 1 p75NTR 5 BFAR [EI# %
LacZ A5 FLR IR, K B-galactosidase 3 AL 7 R A4
W, B RN A E, BRI E Agis A1 Asgs, JIE 595
B AR A s PE T2 75 ] LA LacZ FE A, Horp LU KT 1 4 FH
P, BIR AEE A AR IO Lacz;, LLEDNT 1 OABITE. R
KN 0.5,1.5,2.5 F14.5 h I Agis A Asge ELAE

GST - + _
GST-p75NTR - - + +
His-BFAR

1 3 4

Bl 2 p75NTR 5 BFAR {44ME A EERIFSE R
JKIE 1: pET-28a-BFAR Rik4iAL/=4); ¥ki¥ 2: pGEX-5X-1 A& Al
pET-28a- BFAR KA/, vki 3 1 4: pGEX-5X-1-p75NTR Hl
pET-28a-BFAR £ i)
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A4 #§55: BFAR 5 p75NTR HE EAH AR p75SNTR (5 5% %

Flag-p75NTR + +
Myc-BFAR - +
Myc + +

IP: anti-Myc

p75NTR

WB: anti-p75NTR

el
WB: anti-Myc

BB LE
WB: anti-p75NTR

Bl 3 p75NTR 1 BFAR 7& PC-12 4 R F - E4G R B
1EH

VKl 1: pEE-Flag-p75NTR H pCMV-Myc 5 35 AL, Jkil 2:
pEF-Flag-p75NTR 1 pCMV-Myc-BFAR Ft/% 4

p75NTR HUikk 2 (& 3, ¥kiE 2). MifE pEF-Flag-
p75NTR 5 pCMV-Myc Lt b, Flag-
p75NTR A4 5 pCMV-Myc 75 AR Lk 771 5 A o
ILPE (B 3, VKiE 1). RKITE PC-12 4 p75NTR
F1IBFAR U SA-ERE e R I AR ELVE .

BFAR

10 pm

p75NTR

p75NTR+BFAR

2.4 p75NTR i1 BFAR 7 HeLa 4l i 17 41 g 3%
FE AL

FH%e N6 e 1 5286 % p7SNTR Al BFAR %% 76
0 M P9 10 58 A A BLREAT T TS, I i S R
Jiiki pEGFP-C1-BFAR Fl pEF-Flag-p75NTR, F{ %
Oy R G HeLa 400, [A]ISPRE A IR . o6
p75NTR 5 e G2l ¥ G e R OGE AL I T i Ab B, JF
H Cy3 MERLLEASOE —Hibrid, 7E9EIER A Bt
AEENE L. AR SR, LN, GFP-BFAR
S A A A A A A 4 SN, 1 p75SNTR
2 B E AT AN R R A I 40 T B AN B, LA e
i By A %, Mt gt p7SNTR F1 BFAR #6E
LR E, T 40 5T, W] p75SNTR 5 BFAR fE4E 45 ]
ARG G BT RETE(E 4).

2.5 p75NTR 5 BFAR B AR X ARG 50 B
5% )

p7SNTR /" S4IRFEA T E C L) Z ik
523 b4k, p7SNTR 75 i 15 40 i ) 3010 e A 2 1
TR T RA%E T B RE . KPR, NFxB,
INK, p53 FIp& Wt 52 725 7 p75NTR T

10 pm 10 pum

10 pm

B 4 p75NTR F1 BFAR 7F HeLa 417 i3t 2 (2 B8
(A)~(C) pEGFP-C1-BFAR il 4% HeLa 41 Jfd; (D)~(F) pEF-Flag-p7SNTR Bl 4 HeLa 40 L5 4541 (15 6 —Hihric; (G)~()
pEF-Flag-p75NTR 1 pEGFP-C1-BFAR J1#% % HeLa 41 i
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= I 167101 BEAR & XU REI TR A U
J TR BFAR 5 p75NTRAIAH HAE ] J& 75 25 %)
p7SNTR R T2A5 5% T B 20, 16 NFkB, JNK
15 W s WU S, RS G 2RI R 4893 )
7t PC-12 F1 HEK293T 4 Jfdf4 ] &Il BFAR XJ 4 Ff4f
J ) BRI RS (R 2) M. 15, 4 pCMV-
Myc-BFAR Fl TP-rellina P24 il 5 AN [AMF 5 18 1 11
A5 PRI B PC-12 4, TRl 4 Qe 44k pCMV-
Myc EAXT R, 0% 48 h JE24AAN i, WA T
TH P GG 5E AHR 5 5 3 g 32 25001 55 0 FUZH AR LE.
iR RoR, {8 PC-12 4iffurh, SXTHRAIAHLL, g T
pCMV-Myc-BFAR Jii i J5, NFkB, AP1, SRE F1 CRE 1%
4 ATl Y2 BT AN R EE AL, SOt R
Pt () 35 7 B PR S e pCMIV-Myc 235l R % T 48.67%,
31.41%, 22.19%51 28.04% (K 5(A)). #X)5, X pCMV-
Myc-BFAR #ll pEF-Flag-p75NTR $t4£ 4 HEK293T 41 ffd,
[ I PAZS #i4k pCMV-Myc 5 pEF-Flag-p75NTR 4% 4
E SR, g ] ER, 5S4 LtL, £ BFAR 5
p75NTR JLHE L) HEK293T 41 fiti - NFkB, AP1, SRE
A1 CRE X 4 M5 10 B35 1R 852 21 AN [m] R 11 41 )
(K 5(B)).

2.6 1R BFAR X405 B i 5

MR, 7E PC-12 40 g Hh 4| p7SNTR ¥ 3£55
AJ S EA M 30 8 9 D2(cyclin D2)FEiA _E YL AHE
FERIN, 76 PC-12 41 g it ik BFAR X 2455
WA AR 5w, 4 T 3254 HT BFAR X
0 o 5 3 1K 520, K5 pCMV-Myc-BFAR &34 5 ki A1l
pCMV-Myc “ZF# A5 4 PC-12 4iffl. 45K wnl&
6(A)IT7R, HY pCMV-Myc &8 AR PC-12 4iJfirh
S, G2/M F1 GO/G1 140 f v 2 40 Ha b 451 43 50
25.57%, 10.49%F 64.74%; ¥4 T pCMV-Myc-
BFAR (] PC-12 4l i A AH & 3 1 40 Ja B 451 43 31
17.15%, 14.82%H1 68.05%. 575 3 AL GLiry 5t I ZH A
L, BFAR 4% PC-12 400 J5 S 34 i £ ik /b T8t ike

2 MIOCKERNRRHIIN 4 FhE5ERE

R A E e EHE AT 155 ¥
WOEE A 1 API c-jun/c-fos INK
A ERN: NF«B NFxB NFxB
L7 2 76 1 SRE Elk-1/SRF MAPK/INK
cAMP W ot CRE ATF2/CREB _ INK/p38&PKA

(A)12
B pcMV-Myc-BFAR
10 O PCMV-Myc
& 8
#Q
B
5 6
EN
i
2
2z 4
2
0
NFkB-luc CRE-luc SRE-luc AP1-luc
RERK
(B) 6
Wp75NTR/BFAR
5 4
Op75NTR/Myc _I_
4 4
Ho
o
B 4
P 3
L
% 2
) III[-W
: m |
NFkB-luc CRE-luc SRE-luc AP1-luc
RSB

B 5 Luciferase #1ill R G0 BFAR 515 5@ B EW
(A) BFAR HUlEEGL PC-12 AHILf XS 4 FiE Sl ER 1520, (B) p75NTR
455 BFAR L9 HEK293T 4 faX) 4 Fifs -5 10 #1520

1/4, G2/M IR0 o 5538 n 1 3 1/3, 10 GO/G 1 3 40 Jid %k
T B E 2R, NAF HEK293T 4l ffirh B4 T FiR sz,
AR TAHIRI 455, G pCMV-Myc F#& A5 S,
G2/M F1 GO/G1 HAZN M o 2 20 W Le s 2 5l A 37.85%,
22.19%F1 59.96%; 4t pCMV-Myc-BFAR Jri %] Lt
B 535k 28.71%, 28.82%K1 42.47% (K 6(B)), KM
BFAR [ 252 ) 40 )i 14 5 A7 — & i 7 .

3 Wik
P KB PR E A 22 4k p7SNTR 2 1 AL

BEEA, T2 THERGE R ZAME RS
MMM L, — BSOL T p75SNTR 2 R&IL
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A4 355 BFAR 5 p75NTR 18 AAH BLVE A0S p7SNTR {5 554

4o

pCMV-Myc-BFAR

100% ¢
90% 1
BO% +
i T0% T
- ! 4 B0% +
0
0 30 60 90 120 15050%]
DNAZ & (FL2-H) .
1 A 305+
800 20%
600 19%1

-
" BFAR-PC-12 Myc-PC-12

(=]

020 40" 60 80 100 120
DNAZ&E(FL2-H)

Ee

(B)]
240 pCMV-Myc-BFAR
180 ] 100%
120 0%
] 80%/
80 ] T0%:
1 e | 8
0 B0% gez-M
30 60 90 120 1504 8G0-G1
DNAZ & (FL2-H)
40% |
SDrI' 4
280 )
pPCMV-Myc 20%
210 10%7
O BFAR- Myc-
140 HEK293T  HEK293T

120

30 60 90

DNAZ & (FL2-H)

150

TR AR I BFAR 3ab 10 44 i J 3 i 3% v
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